Synovial tissue consists of a lining cell layer and a stroma of loose connective tissue. On electron microscopy the lining is seen to be formed by A and B cells, representing macrophage-like and fibroblast-like cells. ' In rheumatoid arthritis the lining cell layer proliferates and inflammatory cells infiltrate from the circulation into the synovial tissue.2 The stromal infiltrates usually aggregate around the capillaries but also spread diffusely through the tissue. In the nodular aggregates the most prominent cell is the helper T lymphocyte,3 4 usually seen in close contact with dendritic HLA-DR positive cells which probably take part in antigen presentation. 3 4 In order to make closer observations possible Burmester et (Fig. ID) .
The morphological cell types were analysed further by indirect immunofluorescence with OKM-1 antibodies (recognising mononuclear phagocytes) and with 1, antibodies (reacting with HLA-DR antigens). Type 2 cells were negative, while type 3 and type 4 cells were positive with both antibodies (Fig. 2) . The type 1 cells were negative with OKM-I antibodies, but some two thirds of the stellate cells were positive with 12 antibodies (Fig. 2) . Stellate cells were studied further with OKT-6 antibodies and with antibodies against S-100 protein, both of which recognise classic dendritic cells. No positively stained cells were seen (Fig. 3) . Indirect immuno- (Fig. 4) . When cultured in the presence of FBS all of the cells contained surface associated fibronectin (Fig. SA) (Fig. 5 ). This can mean that the synthesis of fibronectin by stellate cells is more serum dependent than that of conventional fibroblasts-of course, adherence of external fibronectin onto the cells from the serum is another possibility. Further experiments are needed before final conclusions can be made.
Our previous observation was that interleukin 1 and prostaglandin E, can induce the disappearance of the fibronectin network in passaged cultures of synovial fibroblasts.20" Similarly, the fibronectin network was here formed in the primary cultures when most of the cells potentially capable of producing interleukin 1 had disappeared (Fig. 5) 
